149 materials suggest that hereditary factors must play a part in determining both the character and the site of the tumours, but that peristatic factors in a great measure contribute to determining its manifestation.
The usual onset of X.P. occurs in the first year of life, often within a few, months after birth. First, erythema develops on the skin, on those regions which are exposed to light, followed by freckling and frequently by telangiectasis. From these regions epithelioma or basal-cell carcinoma develops. The malignant change may take place not only in the skin, but also in the cornea and conjunctiva
The genetical and chromosomal basis of X.P.
The hereditary basis of X.P. was first investigated by Siemens and Kohn (1925) . They analysed 76 families, and Cockayne (1933) brought this more up-to-date with a further 43 family histories. In both groups of data the incidence of consanguineous marriages was very high: 24 out of 76 and 16 out of 43 respectively, were first-cousin marriages. By analysing the family histories, Cockayne came to the conclusion that X.P. depends on a recessive autosomal gene.
The true genetical basis of X.P. was-discovered by Prof. J. B. S. Haldane (1936) in his search for incomplete sex-linkage in human pedigrees. According to his analysis, the gene X.P. is one of those which is borne in that particular region of the sex chromosome, common to X and Y. It may not be superfluous to describe the cytological mechanism which underlies incomplete sex-linkage. The genetical basis of incomplete sex-linkage is clear, and is already described by Aida (19219 1930) in Cyprinodont fishes. More cases were reported in the generaLebistes, AplocheilusandPlatypoecilusbyWinge(1923 AplocheilusandPlatypoecilusbyWinge( ,1934 Evans and Swezy (1929) . The symmetrical configuration of the sex bivalent was identified by Koller (1936) (Fig. 1 (2) The T-family.-In November, 1946, Gillian T-, aged 8, attended the RoyAl Cancer Hospital (Fig. 3, 4) . Her history of childhood is similar to that of Rita F-. Excessive freckling appeared on the face and forearm at the age of three. The lesion on the left side of the upper lip was diagnosed as squamouscell carcinoma, originated from X.P., and was treated by X-rays. Her (Fig. 5) . In order to explain the manifestation of X.P. in the female sex, it must be assumed that crossmg-over has taken place between the X and Y chromosomes in the father and grandfather. For that reason the. pedigree of the T-family, is of particular importance. different areas on the face. At the time of consultation the skin of exposed parts of the hands, forearms and face showed scarring, freckling and hyperkeratosis (Fig. 6 ). White scarred areas were present on the face, indicating the regions of previous.ulcers. X-ray treatment was given to two lesions in the Royal Cancer Hospital. The skin conditions and histological diagnosis indicated X.P., except that the symptoms were manifested in a much milder form than usually is the case. The other sister, Dorothy, has a very similar condition (Fig. 7) . Owing to the co-operation of the patient, the pedigree of family and relatives was traced through six generations (Fig. 8) . .is known to appear within a year or two afteir birth. The other fact is the relativel high number'of cross-overs amongst the affected members. Because the gene of X.P. is transmitted through the matemal and paternal gran-4fathers, both affected sisters must be the result of crossing-over.
The probability of obtaining such a se-areLyation as was found in the Hfamily-was calculated for both loci (14, Haldane, Fisher) of the X.P. gene (Table 1) . ..tll;.;, k of the pairing segment. The increased distance of the gene from the differential segment would loosen linkage with sex, and its altered position may also lead to a lower degree of malignancy.
The data at our disposal from this one family, however, is too meagre to draw definite conclusions, whether we are dealing here with a distinct autosomal gene or with position effect. By presenting the case with its unusual features we wish to emphasize that it is of great importance to collect exact information when the medical profession deals with a hereditary disease. In this way only can we hope to bring together reliable data on which geneticists could construe a better genetics of man.
SUMMARY.
Xeroderma pigmentosum is marked by roughening, dryness, pigmentation and ulceration of the skin, which consequently leads to malignant transformation. According to Haldane it depends on an incompletely sex-linked gene.
Three family histories are presented in which one or more members of the family are affected with xeroderma. In two families the usual pathological symptoms were observed, while in the third the condition was manifested in a mild form. Furthermore, it was found that the segregation of xeroderma in this family does not conform closely to expectations.
This behaviour suggests that the condition in this particular family may be due to an independent autosomal gene, or to position effect, i.e. the gene is transferred to a more distal region of the pairing segment of sex chromosome.
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